EDITOR,-We read with interest the report of Aiken et al, 1 of a hospital laboratory worker who developed occupational asthma to amylase. We think that the method of investigation reflects the practice of respiratory physicians. We suggest that the approach by occupational physicians would be diVerent.
This was an opportunity to understand, through a multi-cause investigation, the circumstances that led to an avoidable case of occupational asthma. It is only by understanding where appropriate controls failed that changes can be implemented to prevent further cases. The published study leaves us with many important but unanswered questions. Were appropriate actions taken in line with the control of substances hazardous to health (COSHH) regulations 2 and other United Kingdom regulatory publications?
Were there eVective guidelines for the health surveillance of hospital staV working with commonly encountered sensitisers, such as described by Smedley and Coggon, 5 and are they in place now? Was air sampling taken at the workplace, and what airborne concentrations of enzyme were present at the time of the suspected work activities? Was the employee potentially exposed to any other respiratory sensitisers, and if so, why was amylase chosen as the agent for the bronchial provocation test?
Our other concern is that there are investigations which ought to be performed before considering whether a bronchial provocation test should be undertaken. We would argue against the use of bronchial provocation testing in establishing that amylase, or indeed any enzyme, is the cause of asthma unless there is significant doubt, as recommended in regulatory guidance notes.
3 Enzymes are known respiratory sensitisers, their allergenicity is independent of the class of enzyme and is a feature of their protein content. Many studies have implicated amylase as a cause of occupational asthma in bakers and in pharmaceutical workers. [6] [7] [8] [9] A suspected case of occupational asthma should be investigated by history, before and after work spirometry, serial peak flow studies, and immunological testing (skin prick test or serology). None of these tests seem to have been performed in the reported case. We support the position that specific bronchial provocation tests should be avoided when a subject, with a history of occupational asthma, has:
x Objective confirmation of asthma and work related bronchoconstriction x Exposure to a well known agent of occupational asthma
x Confirmation of sensitisation to this agent detected by immunological tests.
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These findings are usually suYcient to establish the diagnosis of occupational asthma. Authors' reply-Blain et al fail to distinguish the routine investigation of occupational asthma arising in a recognised setting from the diagnostic steps that are necessary when a novel cause is suspected (or a recognised causal agent seems to be relevant in an environment previously considered to be harmless). To adopt and paraphrase one of their critical comments, it is only by obtaining unequivocally positive results in unique situations from "gold standard" methodology that fundamental changes can be justified to prevent further cases. The importance of a definitive diagnostic outcome extends beyond resolving uncertainty in the individual case because there are wider issues of public concern. Thus in the present case, the clear practical demonstration that the new method for administering amylase was indeed the cause of the technician's symptoms led to an alternative and safe method of enzyme delivery, and to a substantial improvement of his asthma; and the publication of our report has enabled this experience to be disseminated widely to an appropriate audience. It is diYcult to see how further cases could be prevented more eVectively, and it was clear from the reviewers' comments that the report would not have been published had it not been for the unequivocal outcome of the bronchial provocation tests. Although history, lung function measurements, and immunological tests (when available) all have a role in diagnosis they are not fully reliable, either individually or collectively; and return to work studies with peak flow monitoring are unblinded, unsupervised, and poorly specific (positive results may ensue simply from increased levels of exertion or colder ambient air, quite apart from subconscious bias or wilful distortion). Furthermore, the relatively crude measure of ventilatory function cannot readily be checked for technical quality. These conventional avenues to diagnosis are nevertheless adequate for the routine investigation of occupational asthma when it arises in recognised settings, as Blain et al indicated.
Although the disciplines of occupational medicine and respiratory medicine are necessarily diVerent in some respects, we think that most occupational and respiratory physicians follow very similar approaches to diagnosis and management. DiVerences in emphasis are usually complementary, and close collaboration will generally provide obvious benefit. As it happens, the technician of our report had consulted an occupational physician initially. He was advised to use inhaled steroid and bronchodilator medication regularly, but no other action was taken. The general practitioner was concerned as to whether this advice was appropriate and so referred him to a respiratory physician for a second opinion. The respiratory physician thought it likely that the new method for covering histological material with amylase had caused occupational asthma, and he considered it important for this to be confirmed (or excluded)-hence our involvement to resolve this specific issue. 
